A 25-year-old woman with chronic neuropsychiatric symptoms, peripheral neuropathy and hypoglycaemia was found to have an islet cell adenoma in the pancreas. Her neuropsychiatric symptoms disappeared following its removal and she partially recovered from her peripheral neuropathy.
Introduction
Chronic neuropsychiatric symptoms attributed to hypoglycaemia are a well known presentation of insulinoma. Peripheral neuropathy has been rarely reported in such patients. The first report of a case suggestive of peripheral neuropathy with hypoglycaemia and an insulinoma at laparatomy was described by Silfverskiold (1946) and subsequently 21 cases have been reported in the literature (Danta, 1969) . A case of amyotrophy associated with an insulinoma has been described by Williams (1955) .
We report a case of an insulinoma presenting with a chronic neuropsychiatric syndrome, associated with sensorimotor peripheral neuropathy which recovered partially following surgical removal of the insulinoma.
Case report
A 25-year-old stenography student was admitted to the neurosurgical unit of the General Hospital in December 1980 with a history of 3 episodes of altered consiousness, dysarthria and difficulty in walking of about one year duration. She was subsequently referred to our unit for investigation and exclusion of an insulinoma. brainstem are mildly involved. The spinal cord and peripheral nerves are spared in most cases, but in those with involvement, the pathology in the peripheral nerves has yet to be definitely identified (Blackwood and Corsellis, 1976) . Lambert, Mulder and Bastron (1960) have suggested that it is due to peripheral neuropathy, while Tom and Richardson (1951) described a case where the arterior horn cells of the spinal cord were damaged. Bradley (1974) has described degeneration of the cell body of the axon within the spinal cord and dorsal root.
Although the pathogenesis of the neuropsychiatric manifestations are known, the pathogenesis of the peripheral nerve manifestations is unknown. Energy metabolism in peripheral nerves is both quantitatively and qualitatively different from that in the brain and the peripheral nerves are less dependent on glucose (Abood, 1960) . On the basis of this, it is to be expected that, with damage to the peripheral nerves due to hypoglycaemia, the affliction of the central nervous system should be more pronounced. Of the 24 cases with peripheral neuropathy reviewed by Danta (1969) 
